ST. BARTHOLOMEW'S 
HOSPITAL JOURNAL 


JULY, 1958 


EDITORIAL 


A decade ago, on July Sth, 1948, our 
National Health Service was embarked upon. 
Like most other social inventions, the Health 
Service has been subjected to odious com- 
parison with those conditions prevailing 
prior to its inauguration. During the coming 
decade a new generation of critics will arise. 
Younger members of the community will 
voice their opinions, which perforce will be 
subjective and not comparative. Upon this 
tide of opinion the future of the Service will 
be held in the balance ; eventually to succeed 
or to fail. 


Successful functioning of any service relies 
upon the cooperation of its operators and of 
the public. Yet the most delicate task is 
that of the General Practitioner who exists 
as a buffer or valve between the public on 
the one hand and Government, Hospital, 
Employer, Optician, Pharmacist etc. on the 
other. Upon the General Practitioner’s 
shoulders has fallen the brunt of the addi- 
tional work involved in working the Health 
Service. Not unnaturally in any review of 
the Service the spotlight lingers on General 
Practice, which has led to a wealth of criti- 
cism, some lamentably originating in our 
own profession. 


The traditional brass plate announcing 
“ Surgery 9—10 a.m. and 6—7 p.m.” has be- 
come a mockery. For four or more hours 
people filter through a Practitioner’s consul- 
ting room, mostly demanding the magic sig- 
nature or ‘ open sesame’ to all other benefits 
of a State Service. Averaging approximately 


3 minutes per patient, little wonder certain 
““odd cases” appear in hospital. However 
culpable the reference of a patient to his 
local Hospital, continued open condemna- 
tion of General Practitioners, particularly by 
those members of the staff in position to 
influence students,—most of whom find their 
way into General Practice—is to be deplored. 


Doctors’ remuneration problems remain as 
a potential source of trouble to the future of 
the Service. Within hospital walls there will 
be a cry always for more pay for the Junior 
members of the staff. Present reward for 5-7 
years endeavour is pitiful when compared 
with (a) more fortunate graduates of other 
walks of life and (b) the present standard of 
living. Though the older heads may shake 
with disgust and disbelief the days of such 
incentives as hospital married quarters are 
not far removed. Soon the stark realisation 
will occur in high places, that outside the 
unnatural environment of a teaching hospital, 
there exists a shortage of suitable Medical 
and Nursing Staff, due almost entirely to 
financial reasons. 


The General Practitioner is rewarded, not 
according to his skill, care or energy, but 
according to the number of patients on his 
panel. Capitation fees allied with the current 
system of taxation expenses transforms the 
General Practitioner into a businessman and 
not a professional gentleman. 


No Government can build hospitals fast 
enough to meet with the approval of all, 
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irrespective of any system of financial alloca- 
tion. A recent article in the popular press 
attacked the hospital building programme. 
However Bart’s successfully emerged from 
this article, but alas with no mention of the 
new building on Little Britain, just praise for 
the proposed Nurses’ Home. 


What of the 2nd decade? More red tape 
and the slow moulding of the doctor into the 


* * 


ART EXHIBITION, 1958 


Dr. Geoffrey Bourne has again kindly 
accepted chairmanship of the committee 
organising the Art Exhibition which will be 
held in the Great Hall from October 6th to 
10th, 1958. 


At the last Exhibition opened by Lady 
Kelly in 1955 there were 146 entries from 
past and present members of the Hospital 
and Medical College Staffs, Nurses, Stu- 
dents and Lay Staff. 


This year it is hoped to have an even 
larger and more representative exhibition, 
so all those who draw, paint, sculpt, model, 
etc., are urged to share this pleasure with 
their friends. 


The closing date for entries will be Sep- 
tember 22nd. Details of arrangements for 
handing in works will be published later. 


Visitors 


We extend a welcome to C. F. Lipscomb 
and §. T. deGaris, two Bristol University 
Medical Students, who are spending 6 weeks 
at Bart’s. May their stay be pleasant and 
their search for clinical material fruitful. 


Excavators 


For several months the hospital construc- 
tors have been firmly ‘ entrenched’ behind 
the East Wing. However there is now ample 
evidence of their intended rupture into the 
main square. There exist two theories for the 
purpose of this operation (a) construction of 
a steam conduit and (b) construction of a 
rain free passage between R.S.Q. and the 
Nurses’ Home. 
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civil service world. Perhaps a move to res- 
tore a vestige of self respect to the G.P. and 
more scope to perform the task for which he 
was trained. Many doctors may retire now 
that 10 years’ service entitles them to a 
pension. Their place possibly to be filled by 
the bulge of doctors created by the cessation 
of Military National Service. Faces may 
change, buildings rise, but Bart’s remains 
essentially unchanged. 


* * 





NOTICES 





New Address 

Dr. J. A. Williams to “ Mayfield,” Forty- 
foot Road, Leatherhead, Surrey. 
Journal Staff 


J. Millward has succeeded M. J. L. 
Patterson as Editor to the Journal. 





CALENDAR 





July 
Sat. 26 Dr. E. R. Cullinan on duty. 
Mr. J. P. Hosford on duty. 
Mr. C. Langton Hower on duty. 


August 
Sat. 2 Medical and Surgical Units on 
duty. 
Mr. G. H. Ellis on duty. 


Sat. 9 Dr. Geoffrey Bourne on duty. 
Mr. J. B. Hume on duty. 
Mr. F. T. Evans on duty. 


Sat. 16 Dr. A. W. Spence on duty. 
Mr. C. Naunton Morgan on duty. 
Mr. R. A. Bowen on duty. 





NE Wir ance 
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ANNOUNCEMENTS 





Engagements 


CarR-NICHOLAS.—The engagement is an- 
nounced between Dr. Conor John Carr 
and Audrey Nicholas. 


GAWNE-CARPENTER.—The engagement is an- 
nounced between Dr. Edwin Gawne and 
Jill Margaret Carpenter. 


Marriages 


Jounnson-List.—On June 7th, in New York, 
Dr. William Johnson to Ann Hilary List. 


KNIGHT-LAWTON.—On June 14th, Surg. 
Lieut. Robert John Knight, R.N., to 
Gillian Mary Frances Lawton. 


LANGTON HEWER-WOTHERSPOON. On June 
2ist, at the Priory Church of St. 
Bartholomew-the-Great, Richard Langton 
Hewer to Jane Ann Wotherspoon. 


Births 


Copy.—On June 19th, to Diana, wife of Dr. 
Terence Cody, a son. 


FAIRBAIRN.—On June 20th, in Paris, to 
Meriel, wife of Dr. David Fairbairn, a son 
(Michael David). 


Fietpus.—On June 26th, at Kitwe, N. 
Rhodesia, to Raymonde, wife of Dr. Peter 
Logan Fieldus, a son. 


GrEEN.—On June 5th, to Doreen, wife of 
N. Alan Green, F.R.C.S., a daughter 
(Rachel Margaret), a sister for Kathryn 
and Sarah. 


LAMMIMAN.—On June 16th, to Sheila, wife 
of Dr. David Lammiman, a_ son 
(Christopher). 


Matpas.—On May 27th, to Joyce, wife of 
Dr. James Spencer Malpas, a son (James 
Julian). 
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SHOOTER.—On May 30th, to Jean, wife of 
Dr. R. A. Shooter, a daughter. 


TaiTt.—On May 30th, to Janet, wife of Dr. 
lan Greville Tait, a second son (Charles 
James). 


TayLor.—On June 19th, to Josephine, 
wife of Dr. G. B. Taylor, a second son 
(Adrian Vincent). 


Deaths 


HAMPDEN-SMITH.—On June 23rd, Sir 
Rudolph Hampden-Smith, Bt., C.B.E.., 
aged 89. Eldest son of the late Sir 
Thomas Smith, Bt., K.C.V.O., F.R.C.S. 


Stotr.—On June 15th, Sir Arnold Stott, 
K.B.E., aged 72. Qualified 1909. 


Appointments 


University of Birmingham 
Dr. D. V. Hubble has been appointed to 
the Chair of Paediatrics. 


University of Leicester 


Lord Adrian has been installed as 
Chancellor of Leicester University. 


HOUSE APPOINTMENTS 
Ist JULY to 3ist DECEMBER, 1958 


Dr. G. Bourne B. W. D. Badley 


C. J. Carr (until 31.9.58) 
J. E. Stark (from 1.10.58) 
J. Q. Creightmore 
R. J. Mitchell (until 
31.9.58) 
R. G. White (from 
1.10.58) 
J. B. Nichols 
J. Hedley-Whyte (until 
31.9.58) 
D. A. Birkett (from 
1.10.58) 
Dr. R. Bodley Scott C. F. Allenby 
P. J. Ball (until 31.9.58) 
B. Richards (from 
1.10.58) 


Dr. E. R. Cullinan 


Dr, A. W. Spence 
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Dr. E. F. Scowen M. A. Newton 

R. B. Harcourt 
31.9.58) 

Cc. A. C. Charlton (from 
1.10.58) 

L. J. Chalstrey 

J. E. Stark (until 31.9.58, 

C. J. Carr (from 1.10.58) 

V. T. D. H. Major 

B. Richards (until 31.9.58) 

P. J. Ball (from 1.10.58) 


(until 


Mr. J. B. Hume 


Mr. R. S. Corbett 


Mr. J. P. Hosford T. D. Cochran 
R. G. White (until 
31.9.58) 
R. J. Mitchell (from 
1.10.58) 
Prof. Sir J. P. Ross M. E. J. Hackett 
e 


A. C. Charlton (until 
1 


R. B. Harcourt (from 

1.10.58) 
Mr.C.Naunton Morgan D. R. Dunkerley 

D. A. Birkett 

31.9.58) 

J Hedley-Whyte (from 

1.10.58) 


(until 


Casualty H.P. 
Children’s Department 


E.N.T, Department 
Skin & V.D. Depts. 


Eye Department 
Gynae. & Obs. Dept. 


Anaesthesia 


Orthopaedic Dept. 
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T. W. Gibson 
Miss S. Thomas 
C. G. Stephenson 


J. D. Salmon 

D. A. Lammiman 

J. C. Mackenzie 
—(Interns) 

J. T. Bench (Junior H/S) 

G. B. Gillett 

A. M. Hall-Smith 

J. Martin 


Casualty House Surgeon A. Whitworth 


(at Hill End Hospital) 


E.N.T. Department 
Orthopaedic Dept. 
Thoracic Department 


Dept. of Neurological 
Surgery 


Cc. C. H. Dale 

J. C. Rice 

D. F. Rowlands 

L. J. Farrow 

B. P. Harrold 

A. S. Tabor 

J. C. Garnham 

Miss M. M. McKerrow 








EXAMINATION SUCCESSES 


UNIVERSITY OF LONDON 
FINAL M.B., B.S. EXAMINATION 


APRIL, 1958 

Honours 
Farrow, L. J. (Distinguished in Pathology) 

Pass 
Al-Adwani, A. R. M. Bench, J. T. Ellison, A. J. H. 
Chinery, A. R. O. Dale, C. C. H. Marks, A. P. 
Farren, P. Johnson, P. A. Rowlands, D. F. 
Martin, J. Norris, P. L. Tallack, J. S. T. 
Stephenson, C. G. Tabor, A. S. White, R. G. 
Thwaites, J. M. Townsley, B. 
White, S. J. Charlton, C. A. C. 

Supplementary Pass List 

Part I 
Bannerman-Lloyd, F. Cawley, M. I. D. Davies, D. J. C. 
Hall, J. M. Neely, J. A. C. Phillips, R. M. 
Pilkington, R. Price, D. J. Richards, H. M. 
Seeman, H. M. I. Waters, W. E. 

Part II 
Mann, P. E. Simpson, R. I. D. 

Part il 


Cocker, W. J. B. 
Simpson, R. I. D. 


Fenn, P. J. 
Marston, M. S. 


Part IV 
Cocker, W. J. B. Evans, T. G. Fenn, P. J. 
Mann, P. E. Nixon, T. C. P. 


ROYAL COLLEGE OF SURGEONS OF ENGLAND 

Primary F.R.C.S. 
June, 1958 
Wickham, J. E. A. 


Hopkins, J. S. Witt, M. J. 
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ACUTE LUKAEMIA 


by JOHN Q. MATTHIAS 


THE recognition of acute leukaemia 
depends first on the clinical picture, and 
secondly on the examination of the peripheral 
blood and aspirated specimens of bone 
marrow. 


Acute leukaemia may arise de novo or 
may form the terminal phase of a number of 
other diseases of the haemopoietic system, 
notably chronic myeloid leukaemia, the 
myeloproliferative syndromes, such as poly- 
cythaemia rubra vera and less commonly, 
chronic lymphatic leukaemia. The desig- 
nation “acute” rests on two main points. 
First on the clinical picture, and secondly, 
from a pathological point of view on the 
presence of a high proportion of stem 
or “blast” cells with nucleolated nuclei in 
the marrow and, more often than not, also in 
the peripheral blood. The clinical and 
pathological diagnoses usually coincide, but 
the changes in the blood may be observed 
before the development of the typical clini- 
cal picture. 


The developed clinical picture of an ill 
pale febrile patient with ulceration and infec- 
tion of the mouth and throat, hypertrophied 
and bleeding gums, slight icterus, widespread 
petechiae and echymoses, fundal haemorrh- 
ages, increased liability to infection and 
painful tender bones, suggests the diagnosis. 
However, the occurrence of fever with “ joint 
pains” and a haemic cardiac murmur may 
suggest rheumatic fever or bacterial endo- 
carditis, and cases may be mistaken for 
scurvy or nephritis with haematuria. 


In the main, the clinical effects of acute 
leukaemia may be deduced from the altera- 
tions which follow, in the elements of the 
peripheral blood, namely erythrocytes, mat- 
ure leucocytes and platelets. The hyperplas- 
tic, rapidly dividing, immature, malignant 
cells replace the normal marrow cells, 
resulting in a lowered output of the three 
main elements. In addition, the red cell life 
may be shortened, due either to the develop- 


ment of a plasma factor, which destroys red 
cells (an auto-immune process associated with 
a positive Coombs’ test), or to their prema- 
ture removal by an enlarged spleen (hyper- 
splenism) or conceivably to the production of 
faulty cells by the diseased bone marrow. 
Similar reasoning may well apply also to the 
granulocytes and platelets. The total peri- 
pheral white cell count may be high, normal 
or low, but usually contains a proportion of 
nucleolated “ blast ” cells. This proportion is, 
in many instances, virtually one hundred per 
cent. These may resemble myeloblasts, 
lymphoblasts or monoblasts, or, quite as 
commonly, they are of indeterminate or inter- 
mediate types. In addition nucleated red 
cells may be present. Rarely, the peripheral 
blood may not show immature cells and then 
a specimen of marrow will confirm the diag- 
nosis. The replacement of normally func- 
tioning mature granulocytes, together with 
other alterations in the defence mechanism 
of the body (nutritional deficiencies, delayed 
healing, altered immune mechanisms and 
anoxaemia), increase the liability of infection. 
The practically invariable peripheral throm- 
bocytopaenia, particularly if less than 50- 
60,000 per cu. mm. together with increased 
capillary permeability and fragility due to 
other causes (nutritional deficiencies, anox- 
aema, septicaemia) produces the haemorr- 
hagic diathesis. 


If the rapidly dividing immature cells can 
be adversely affected, suppressed or des- 
troyed, the normal marrow elements recover 
and, maybe, a remission will follow. The 
return of the peripheral blood to normal is 
spoken of as a partial remission and, if it 
includes the bone marrow, as a complete 
remission. This may follow the admins- 
tration of a number of agents. To date the 
beneficial effects are only temporary. 


Chemotherapeutic Agents 


In the last analysis it is probable that all 
therapeutic agents are “ chemotherapeutic ” 
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in that they produce their effects by modi- 
fying normal or abnormal biochemistry of 
cells, bacteria, etc. 

This term is however commonly reserved 
for chemicals usually of known structure 
and sometimes of known action, which can 
be synthesized, although, as with all rules in 
medicine, this is not invariable. A chemo- 
therapeutic agent which is able to compete 
with, and thus replace, a building block 
essential in the physiological synthesis of a 
complex body material, for example, 
nucleoprotein, is known as an antimetabolite. 
It will be convenient here to examine some 
general considerations concerning these 
compounds. 


It must be remembered that the cancer cell, 
except that it divides more rapidly than most 
other cells in the body and is not subject to 
the normal factors which control growth, 
differs in no other fundamental biochemical 
way that to date can be exploited in therapy. 
Thus the chemotherapeutic agents which 
interfere in various ways with cell division 
and therefore growth, will also, if given in 


large enough doses for sufficient time, inter-. 


fere with the division of normal body cells, 
in particular those of the haemopoietic 
system, ovary and testicle, gastrointestinal 
tract and skin. Thus, sterility, amenorrhoea, 
gastrointestinal ulceration and depilation 
commonly accompany their use. 


There is a great variation in the suscepti- 
bility of the cells of various tumours as 
compared with the sensitivity of the somatic 
cells. This is a definite limiting factor in 
therapy. It is important to follow the peri- 
pheral blood at frequent intervals to control 
therapy. Decreasing numbers of immature 
cells associated with, or followed by. 
increasing numbers of mature leucocyte and 
platelets, together with a rising haemoglobin 
are important signs of success. Once the 
“ blast ” cells have been eradicated from the 
blood it is usually necessary to control 
therapy by repeated examination of the bone 
marrow, as complete remissions are more 
commonly associated with the return of nor- 
mal health for longer periods. Overdosage 
may result in marrow aplasia producing a 
pancytopaenia which may only be temporary. 
If chemotherapy is continued, permanent 
damage can occur. 

The remission rate varies with the agent 
employed but under the best therapeutic 
conditions some 30 per cent. of adults and 
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70-80 per cent. of children will respond, 
approximately 50 per cent. of the remissions 
will be complete. The reason for the 
difference between the remission rate in 
children and in adults is unknown. The 
duration of remission when achieved, is very 
variable, lasting from a few weeks to over 
two years. Generally, life is definitely pro- 
longed and a return to “ normal ” health can 
be achieved. Remissions are often slow in 
initiation, beginning in two to four weeks ; 
therapy at full dosage levels may have to be 
continued for up to eight weeks before the 
maximum effect is obtained or failure con- 
ceded. The finding of a safe dose for main- 
tenance therapy is probably the best way of 
ensuring a longer remission but this involves 
close clinical supervision and repeated blood 
examinations and therefore is more trouble- 
some for the patient. As there are no definite 
figures available, as yet, on this point, main- 
tenance therapy is often not put into effect. 
However, it has the advantage that if a 
relapse occurs while on a drug and fails to 
respond to increasing the dose, then resis- 
tance is demonstrated and the futility of 
continuing with this particular drug apparent. 


The monoblastic type is usually much 
more resistant than the lymphatic type to all 
forms of therapy. Myeloblastic leukaemia 
occupies an intermediate position, Combina- 
tions of chemotherapeutic agents are com- 
monly employed in an effort to produce a 
higher remission rate and to delay the acqui- 
sition of resistance. Perhaps an analogy may 
be drawn here with the emergence of resis- 
tant bacterial strains during antibiotic 
therapy (c.f. M. tuberculosis, Staph. pyo- 
genes). As a rule, the resistance of a par- 
ticular case of acute leukaemia to a chemo- 
therapeutic agent implies resistance to all 
other agents with a similar biochemical 
action. On the other hand sensitivity to 
chemotherapeutic agents of different bio- 
chemical action may well still be present. 
Thus “cross resistance” is not usual. 

It is worth noting that very occasionally, 
in common with many other drugs, the 
chemotherapeutic agents may themselves be 
the cause of fever. 


Agents in common use 
ANTIMETABOLITES 


(A) Compounds presumably affecting the 
incorporation of purines and pyrimidines 
into nucleic acid. 
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Purine analogues 


1. 6 mercaptopurine (6 M.P.). This is 
usually the first line of attack, producing less 
side effects than the folic acid analogues. It 
is administered orally in doses of 2.5 mg./ 
Kgm. body weight daily. 

2. 6 chlorpurine (6 C.P.). This may be 
used in the place of 6 M.P. in doses of 20 
mg./Kgm. daily orally. If it has any advan- 
tage it is a slightly higher remission rate. 


Both these agents by virtue of their site of 
action increase the output of uric acid and in 
the presence of oliguria, enhanced by diffi- 
culties in swallowing and high fever, may 
rarely be associated with deposition of uric 
acid crystals in the collecting tubules of the 
kidney which may be followed by renal 
failure. Therefore, it is wise to encourage a 
high fluid intake. 

(B) Compounds presumably affecting the 
synthesis of purines and pryimidines, which 
are essential in the building up of 
nucleoprotein. 


1. Folic acid analogues 


(a) Aminopterin was the first of the effec- 
tive antimetabolites to be discovered. It is 
a potent drug which easily produces severe 
side effects, and for this reason only rarely 
used. The dosage employed is 0.25 —0.5 
mg. per day given by mouth. 


(b) Methotrexate (Amethopterin) is used 
in preference to Aminopterin, being more 
gentle in its action, more easily controllable 
and producing a remission rate which com- 
pares satisfactorily with the more toxic drug. 
The dosage is 1.25-5 mg. per day orally. 


These drugs form the second line of attack. 
Both compete with folic acid in the body and 
induce a folic acid deficiency which may 
result in ulceration of the gastrointestinal 
tract, most obviously of the buccal mucous 
membranes, tongue and oesophagus but 
later occurring elsewhere, and commonly 
resulting in diarrhoea. These acute ulcers 
may be the site of considerable haemorrhage, 
particularly in the presence of a haemorr- 
hagic diathesis. Ulceration is an indication 
for at least temporary cessation of therapy. 


It is worth noting the similarity in the 
names Aminopterin and Amethopterin. As 
the dose of the former more toxic drug is 
one-tenth of that of the latter, the stage is set 
for mistakes which will have serious conse- 
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quences. Thus, to avoid confusion Amethep- 
terin is now known as Methotrexate. 


The metabolic deficiency caused by thesé 
drugs, i.e. folic acid deficiency, can be 
favourably influenced by administering 
folinic acid (citrovorum factor) 3 mg. or 
more intravenously or intramuscularly, ‘al- 
though it will have an adverse effect on the 
leukaemia. If folinic acid is not available, 
large doses of folic acid, 10-30 mg. daily may 
be tried. 


Effective therapy with the folic acid ama- 
logues always produces marrow megaloblas- 
tosis comparabie to that seen in the folic acid 
deficiency of some malabsorption syndromes. 


These drugs, unlike purine analogues, do 
not produce an increase in the production or 
output of uric acid. 


2. Glutamine analogues 


Azaserine is thought to act in this way. 
The dose is 9 mg./Kgm. daily orally. By 
itself, remissions are much less frequent than 
with other chemotherapeutic agents but it is 
thought that combination with 6 M.P. pro- 
duces a slightly higher remission rate than 
with 6 M.P. alone. 


The alkylating agents, e.g. Mustine (nitro- 
gen mustard or HN2), Tretamine (triethylene 
melamine or TEM), and Chlorambucil (CB 
1348) and the general cell poisons such as 
arsenic, colchicine and its derivatives, have 
no place in the treatment of acute leukaemia. 


HORMONES 


ACTH and corticosteroids have a definite 
place in the therapeutic armamentarium. 
They are of most use in a very ill patient in 
whom a beneficial effect is required more 
rapidly than can be obtained with the chemo- 
therapeutic agents. This is particularly so in 
the presence of severe haemorrhagic states in 
which life is in danger from gastro-intestinal 
haemorrhage or from haematuria, or if the 
risk of intracranial haemorrhage is judged 
great. These agents commonly reduce capil- 
lary fragility and may also in some measure 
protect the platelets present from premature 
destruction. 


Similarly, they are useful for prolonging 
red cell life particularly in the presence of an 
auto-immune haemolytic factor, The remis- 
sions produced are commonly shorter than 
those following successful chemotherapy and 
so these agents are reserved mainly for the 
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types of illness enumerated and for later in 
the course of the disease when chemothera- 
peutic agents may be no longer effective. 
Also some cases of myeloblastic type, parti- 
cularly in adults, may be adversely affected. 
As with the chemotherapeutic agents, the 
lymphoblastic type is probably the most 
sensitive and the mono- and myeloblastic 
types the most resistant. 


Oral Prednisolone is at the moment the 
steroid of choice having less sodium-retaining 
properties than cortisone. ACTH requires 
the intramuscular route and is therefore best 
avoided in a patient with a haemorrhagic 
diathesis. In addition, ACTH has probably 
no therapeutic advantage over Prednisolone. 
The normal dose is 20-60 mg. a day given 6-8 
hourly. 


Recently Triamcinolone, a corticosteroid 
which has no sodium-retaining action and, in 
fact, is said to cause sodium loss, has been 
introduced. It is given orally in doses 
approximately two-thirds those of Predniso- 
lone to produce at least similar results. 


NON-SPECIFIC THERAPY 


1. Anaemia of a profound degree demands 
correction by transfusion, particularly if 
haemorrhage is present. It is sufficient usually 
to attempt to maintain the haemoglobin in 
the range of 50-60 per cent. Occasionally 
cross matching may be made difficult or 
impossible by the presence of auto-immune 
panagglutinins in the recipient’s serum. Then 
it is wise to give blood of the closest genotype 
under the cover of corticosteroids. 


It is worthy of note that a remission of 
some sort will not infrequently follow trans- 
fusion. It is possible that these are related 
to some unknown immune mechanism. 
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2. Infection must be detected and treated 
adequately, concomittant with, and following 
suitable efforts to isolate the infecting 
organism and to determine its sensitivity to 
antibiotics. Septicaemia is not an uncommon 
complication and blood culture is often 
indicated. If no local infection is found on 
examination it is commonly our practice to 
give a broad spectrum antibiotic by mouth 
following the taking of a blood culture in the 
hope that we may be treating a septicaemia. 
If there is no response in 36-48 hours, in the 
absence of known infection, its continuance 
is controversial. Oral ulceration and infection 
may be tackled in two ways. First, the 
appropriate specific therapy, for example 
Chlortetracycline mouth washes for a pre- 
dominating sensitive bacterial flora, 1% 
Gentian violet or Nystatin applied locally for 
thrush (candida albicans) or secondly, non- 
specific local application of hydrocortisone 
pellets to the ulcers. Other general measures 
such as the administration of gamma globulin 
have not as yet found a place in therapy. 


3. Other measures: the administration of 
Vitamin C is probably worth while although 
the illness is not usually accompanied by true 
Vitamin C deficiency. The loss of appetite 
and dysphagia which are always present, 
together with the association of Vitamin C 
deficiency and capillary fragility, make its 
administration reasonable. For obvious 
reasons folic acid should be avoided when a 
folic acid analogue is being used in therapy. 


Thus, management of a case of acute 
leukaemia calls for the application of a con- 
siderable degree of skill, knowledge, tact, 
patience and effort. It is less than ten years 
since the first anti-metabolite was shown to be 
effective. Progress is slow, but is definite and 
will continue. 
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CASE OF A GIANT BENIGN RETROPERITONEAL 
NEURILEMMOMA 


by A. ANDAN 


Your profession offers the most com- 
plete and constant union of those three 
qualities which have the greatest charm 


for pure and active minds: 
utility, and charity.” 
—Sir James Paget. 


THE retroperitoneal neurilemmoma reported 
here is of interest because of its rarity, be- 
cause it is probably one of the largest tum- 
ours of its kind to be reported, and because 
of the major resuscitative problems that 
accompanied its surgical incision. 
Case History 

Mr. W. B., 29, married, and a clerk in a 
Firm of Timber Merchants, was admitted 
into Percival Pott Ward in September, 1957, 
under the care of the Surgical Unit, with a 
two year history of progressive increase of 
abdominal girth, and a six months’ history 
of attacks of indigestion and vague feelings 
of abdominal discomfort. For the past four 
months prior to his admission, he com- 
plained of general weakness, listlessness and 
of dull, non-specific abdominal pains, 
unrelated to meals, but relieved after flatu- 
lence. He had lately had attacks of nausea, 
but had never vomited, and noticed that he 
was much more comfortable lying supine or 
on his right side, than on his left side. 


There was nothing relevant in his Family 
and Social History. Apart from right sided 
frontal headaches which he had occasionally, 
and which had been diagnosed as migraine 
by his Doctor, there was nothing abnormal 
in his systems. 


His Past History 
He had scarlet fever, measles and whooping 
cough during his childhood, but had never 


novelty, 


undergone any major operation before. 
In 1944 and again in 1946, he had 
spontaneous synovitis of his left knee. In 
1947 he was admitted into hospital for 
two weeks with bronchitis. Later on 
in the year he was posted abroad in the 
army to West Africa for a period of 14 
months. He had no malaria, no yellow 
fever, or any other serious illness while out 
there. 


On Examination 


He was a healthy looking young man, 
asthenic in build, and was not anaemic. 
There was no scoliosis or other deformities 
of bone. On inspection of his abdomen, 
there was an obvious distension more to the 
left side, the skin was healthy with no dilated 
veins or scars, and there were no visible 
peristaltic waves. 


An enormous abdominal mass was 
palpable, extending from the left hypochon- 
drium across to the right iliac fossa. There 
was slight tenderness in the left loin only on 
deep palpation. It was not a displaceable 
swelling, but moved slightly with respiratory 
movements. The anterior free margin of the 
mass had a pronounced notch at about its 
midpoint. The percussion note was dull over 
the area occupied by the mass and the 
bowel sounds were predominant on the 
right side of the abdomen: rectal ge 
ination revealed first degree 
three and seven o'clock. The Bh no 








189 


girth, six inches above the pubic crest was 
334. inches, and the mass measured about 
10” x 6”. 

Further observations of other parts of the 
body revealed a single enlarged ‘superficial 
inguinal lymph gland on the left side 
a left varicocele and bilateral long saphenous 
incompetence. 


B. P 125/90 Pulse 70/ minute. 


A provisional diagnosis of massive 
splenomegaly was made but its cause was 
unknown. On 29th September, 1957, the 
patient was transferred to Harvey Ward, 
under Dr. Bodley Scott for further investi- 
gations to establish the cause of what 
appeared to be massive splenomegaly. 


Investigations 
His blood picture was normal. 


The report on his sternal marrow showed 
that cellularity was normal, but erythropoiesis 
was of a somewhat increased activity. 
Leucopoiesis was normal and there was no 
eosinophilia. His serum electrolytes and 
bilirubin levels were all within normal limits. 


A straight X-ray picture of the abdomen 
showed a greatly enlarged soft tissue mass 
in the left hypochondrium and lumbar 
region, extending down obliquely to the right 
iliac fossa, with no evidence of calcification. 
The displacement upward of the left cupola 
of the diaphragm was reported on as being 
due to a large spleen. Air in the gut could 
only be seen on the right side. 


A barium meal follow-through showed no 
hold-up but there was considerable displace- 
ment of the stomach to the right (Fig. i). An 
IVP showed zross displacement of the left 
kidney downwards into the pelvis. 


A plain chest X-ray picture (Fig. ii), taken 
about a year before the patient came to 
hospital, revealed that the left cupola of the 
diaphragm, normally lower than the right, 
was higher than the right, and apparently 
giving no symptoms then. 


His pre-operative urine contained a trace 
of albumin, otherwise there was nothing 
abnormal discovered. 
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Despite full investigations, a certain diag- 
nosis could not be made, and surgical 
exploration was resolved upon. 


Operation 


The patient was transferred back to 
Percival Pott Ward on 17th October 1957, 
and the operation was done by Mr. G. W. 
Taylor on the 18th October, 1957. General 
anaesthesia (Pentothal, Nitrous oxide, oxygen 
and Trilene) was used. 


Procedure 


The patient was placed in tke right lateral 
position and a thoraco—abdominal incision 
was made from the posterior end of the 11th 
rib forward to a point 2” below the 
umbilicus. The 11th rib was resected and the 
abdominal musculature divided to expose a 
huge highly vascular retroperitoneal tumour. 
The pleural cavity was entered through the 
bed of the 11th rib and the diaphragm was 
divided to provide maximum exposure. The 
surface of the tumour immediately beneath 
the very tense capsule bore very numerous 
large thin walled veins. These vessels, which 
reached a diameter of | cm., formed a tor- 
tuous plexus passing posteriorly and medial 
to the tumour mass. The normal anatomy of 
the region was completely distorted by the 
tumour ; the spleen was pushed up against 
the diaphragm, the stomach and colon to the 
right and the left kidney was displaced into 
the pelvis. The left suprarenal gland was 
recognisable however, and was fused with 
the mass. Despite its size, the tumour was 
slightly mobile and excision was decided 
upon. Mobilisation was commenced and 
was accompanied almost immediately by a 
torrential haemorrhage from the large friable 
veins. Because of the size of the tumour, 
mobilisation was of necessity a blind pro- 
cedure and it was clear that haemostasis 
would not be achieved until the mass was 
removed. Despite vigorous blood trans- 
fusion the patient’s blood pressure quickly 
became unrecordable and the radial pulse 
impalpable. Fortunately, mobilisation by 
then allowed the aorta, which was running 
through the tumour, to be palpated. A feeble 
aortic pulse was felt, and the vessel was com- 
pressed proximal to the tumour. This effec- 
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tively reduced the haemorrhage and the com- 
pression was maintained while blood was 
given rapidly through three intravenous sites. 











Fig. ii 


Twelve pints of blood were required to re- 
store the systolic blood pressure to a reason- 
able level. The tumour was then resected 
rapidly through a natural isthmus anterior to 
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the aorta. A further nine pints of blood, 
making a total of twenty-one pints of blood 
were required before the operation was com- 
pleted. It was thought unwise to attempt 
complete excision at this stage, and after 
haemostasis was achieved the wound was 
closed with intercostal drainage. 


His post-operative course was _ initially 
stormy, and a reactionary haemorrhage on 

















Fig. iii 


the first post-operative day necessitated a 
further blood transfusion. However the ex- 
cellent nursing contributed to a relatively 
rapid recovery and he was discharged well 
three weeks later. 


Specimen Report (Fig. iii) 


a. Macroscopic Description. “The speci- 
men consisted of a coarsely lobulated mass 
weighing 4310 gms. The external surface 
showed some haemorrhagic areas and the cut 
surface showed the tumour to be well en- 
capsulated with areas of firm, nodular, grey 
tissue intervening areas of cystic change with 
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superimposed haemorrhage. Attached to one 
surface of the tumour was a small plaque of 
suprarenal tissue measuring 2 x 2 x 0.3 cms.” 


b. Histology: “Sections of the tumour 
suggested that this was the world’s record in 
neurilemmomas. The tumour seemed to be 
arising in nerves adjacent to the adrenal 
gland which is closely adherent to the capsule 
of the tumour but was not directly involved 
by neoplasm.” 


Second Operation 


On 9th March, 1958, four months after his 
first operation the patient was re-admitted 
into hospital for the rest of the tumour to be 
removed, His general health was good. He 
had put on about one stone over the four 
months between his two admissions; and 
his abdominal symptoms had disappeared. 


On examination: There was no obvious 
swelling of his abdomen, but he had de- 
veloped a small incisional hernia about the 
middle of the scar. On palpation, the re- 
maining retroperitoneal mass 4” x 2”, was 
felt. It was firm and fixed and had a sharp 
palpable edge. 


The operation was done on the 14th of 
March, under general anaesthesia (Pentothal 
nitrous oxide Oxygen-Trilene mixture, and 
Arfonad Hypotensin). 


An oblique loin incision was made ex- 
cising the original scar. The oblique muscles 
and the latissimus dorsi were divided and the 
12th rib was resected. 


The residual lobulated mass was situated 
mainly to the left of the midline, but there 
was an extension to the right closely en- 
veloping the aorta and inferior vena cava. 
Dissection of this part of the tumour led to 
haemorrhage from both of these vessels 
which was controlled by suture. The main 
bulk of the tumour was removed but it was 
found impossible to be certain of complete 
excision in the neighbourhood of the great 
vessels, 


The use of the Arfonad hypotensin had 
helped to reduce haemorrhage and the 
amount of blood loss was estimated to be 
three to four pints. Three pints of blood were 
transfused into him in the theatre and a fourth 
in the Ward resulted in a mild urticaria, A 


St. B.H.J. July 1968 


corrugated rubber drain was put in and the 
wound was closed. The lowest blood pres- 
sure reached during the operation was 60 
mm Hg. Systolic; on commencement of 
closure of the wound it was registering 95 
mm Hg. and on leaving the theatre it had 
risen to 120 mm Hg. and he was discharged 
on the 26th of March 1958. 12 days after his 
operation. He has remained -well and 
symptom free, 


Specimen Report 


a. Macroscopic description : — “ The speci- 
men consisted of multiple portions of lobu- 
lating tumour totalling 478 gms. The cut 
surface showed neoplastic tissue of dull grey- 
ish appearance and showing frequent areas 
of yellow liquefactive necrosis and numerous 
haemorrhages. One specimen showed a 
large thrombosed artery surrounded by 
fibrous tissue and some adjacent lymph 
nodes.” 


b. Histology: — “ Sections showed a typi- 
cal neurilemmoma, parts of which had under- 
gone degeneration and haemorrhage. There 
was no evidence of malignant change.” 


Discussion 


There are two common types of nerve- 
sheath tumour which are known to occur in 
many parts of the body, principally in the 
soft tissues, in direct association with peri- 
pheral or visceral nerves. One is called a 
Neurofibroma and the other by a bewilder- 
ing variety of names such as Neurinoma, 
Peripheral fibroblastoma, Schwannoma, 
Peripheral glioma, Schwanno-glioma, and 
Neurilemmoma ; all indicating a difference 
of opinion as to its origin. 


Verocay (1908) is said to have introduced 
the term “ Neurinoma ” to describe a speci- 
fic form of an encapsulated benign tumour 
of the sheath of peripheral nerves. Mallory 
and Penfield (1927), suggested the term 
“ Perineurial fibroblastoma or fibroma” to 
indicate an origin from the fibroblasts of the 
connective tissue of the nerve-sheath. Masson 
and the French school called it “ Schwann- 
oma” contending that the tumour arises 
from the Schwann cells of the nerve-sheath. 
In 1940, Tarlov, by means of a special silver 
staining technique, differentiated between the 
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Schwann cells, and fibro-blasts of the nerve- 
sheaths and by this method apparently de- 
monstrated that the tumour cells were derived 
from fibroblasts and not from the Schwann 
cells. He accordingly supported the term 
“ Fibroblastoma ”. Murray and Stout on the 
other hand, in the same year, employing a 
tissue culture technique, showed that the 
tumour cells were derived from the Schwann 
cells, and hence called them Schwannomas. 


In an attempt to avoid the difficulty over 
the nomenclature, and since it is generally 
agreed that this is a tumour arising from the 
neurilemmal sheath, Masson and Stout have 
introduced the term “ Neurilemmoma”, 
which appears now to be used for this speci- 
fic nerve-sheath tumour almost exclusively, 
in recent literature. 


One of the most complete reviews of this 
tumour was made by Stout and Carson in 
1935, in the American Journal of Cancer, it 
dealt with 246 cases from a world-wide 
collection and states the sites of their occur- 
rence clearly in all. Although found in 
widely different parts of the nervous system, 
these tumours have a predilection for certain 
sites, such as the roots of origin of the spinal 
nerves, the vestibular or cochlear divisions of 
the eighth nerve—(where it is often called an 
“acoustic neuroma ”), on the nerves of the 
limbs, and from the sympathetic system, 
especially in the neck and the posterior medi- 
astinum of the thorax; (L. Rogers 1953 ; 
Cullen and Munro 1952). Other rare sites 
such as the tongue (Robertson 1953), and in 
the bones (M. Jones 1953), have been re- 
ported. The abdomen is one of the rarer 
sites, and the retroperitoneal part of it is 
even rarer still. A search into the literature 
reveals that there are only a few instances of 
the actual occurrence of this kind of tumour 
in the retroperitoneal region. Stout states 
that when these tumours are found peri- 
pherally, they rarely reach a size much larger 
than 6 cm. in diameter; but in the medi- 
astinum and retroperitoneal regions they may 
be much larger. Pack and Tabah have re- 
ported on only one case of a retroperitoneal 
neurilemmoma, out of a total of 120 cases 
of Primary Retroperitoneal tumours treated 
by them. B. A. Donnelly reported that out 
of 95 cases of Primary retroperitoneal 
tumours treated by him, only two proved to 
be retroperitoneal neurilemmomas. J. P. 
Herdman surveyed fourteen cases of Primary 
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Retroperitoneal tumours from the Radcliffe 
Infirmary, Oxford ; and in this consecutive 
series of cases collected over a ten year 
period, not one was a neurilemmoma. The 
nearest case in character to the present case, 
was a giant omental neurofibroma, reported 
by H. O. Thomas and D. B. Jelliffe of Tbadan, 
in a Nigerian male, aged 20; this had a 
record size of being 42 inches im ¢ifcum- 
ference round its widest part; and weighed 
174 lb. (7900 gm.) 


In this Hospital (St. Bartholomew’s), 16 
cases of nerve-sheath tumours that can be 
classified as “ Neurilemmomas ”, have been 
treated over the past three years (1955-57), 
in the various Surgical Departments. Out of 
the 16, the present case under discussion is 
the only one that has occurred retroperi- 
toneally (Table 1). Table 1 shows that the 
incidence of these nerve-sheath tumours 
treated in this Hospital is about equal in both 
sexes, though some authorities think females 
are more liable than males. The jority 
tend to occur in the 30 to 60 years age up, 
though they are by no means uncommon in 
the very young or very old. The table shows 
that they can occur in any part of the body 
in relation to the peripheral nerves. These 
tumours often present as a symptomless 
lump but in some situations secondary 
pressure effects may occur. 


On clinical and radiological grounds this 
tumour was diagnosed as an idiopathic ab- 
dominal mass, and was thought to be 
bably splenomegaly by virtue of its situation 
only. The pathological report however, 
together with the history, left no doubt that 
the tumour conformed with all the characters 
of a neurilemmoma. These are: — 


i. The tumour is of long duration when 
first seen; this case had a two year 
history. 

The most common and often the only 

symptom is the awareness of the presence 

of a tumour. 

ili. The tumour is almost always single and 
circumscribed. 

iv. The clinical course appears to be benign, 
and local removal appears to be 
adequate. 

v. The tumour is not usually diagnosed 
clinically but on microscopical examin- 
ation. 

vi. Prognosis after removal appears to be 
good. 


ii. 
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Pathology and Clinical Features 


The histological diagnosis of nerve-sheath 
tumours presents a problem in as much as 
the elements forming the nerve-sheaths have 
a dual origin, i.c., from the ectoderm and 
mesoderm ; the tumours arising from these 
elements) may show varying histological 
characteristics, ranging from the true 
Schwann cell type tumour to those possessing 
dense collagenous fibres resembling ordinary 
fibromata. A brief histological description 
of a nerve-sheath will help to clarify this 
picture. 


+ A nerve trunk is made up of a number of 
units, each unit consisting of a sheathed 
axone which is a protoplasmic process from 
a nerve cell situated in a spinal or sympathe- 
tic ganglion or elsewhere. Every axone out- 
side the central nervous system is always 
covered with a Schwann sheath and it is 
sometimes myelinated and sometimes not. 
The Schwann-sheath is in turn covered by a 
fibrous sheath called the endoneurium. 
Several of these axone units with their sheaths 
-are collected together and enclosed in another 
fibrous sheath called the perineurium, to 
form a nerve bundle. 


_ Finally several nerve bundles are sur- 
rounded by a third fibrous sheath, the 
epineurium, to form the nerve proper. 


The Schwann-sheath is derived from the 
neuro-ectoderm and since it has been demon- 
strated that the Schwann-sheath is capable of 
forming connective tissue fibres, it is there- 
fore possible that the endoneurium could be 
_of neuro-ectodermal in origin. The peri- 
neurium and epineurium together with the 
blood and lymphatic vessels of the nerve, are 
all mesodermal in origin. 


The chief cleavage of opinion is as to 
which constituent of the sheath the neuri- 
lemmoma and neurofibroma arise from, as 
already mentioned in the the opening para- 
graph. Willis (1948), suggests that both com- 
ponents of the nerve-sheath, though derived 
from distinct sources, may form a unified 
system in which the cell properties vary 
according to their proximity to the nerve 
‘fibre ; and that the adoption of this view 
would largely resolve the difficulties in inter- 
preting the structure of nerve-sheath tumours. 
We might thus expect to meet tumours of dis- 
tinctive Schwann cell type, others of non-dis- 
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tinctive mesenchymal type, and yet others of 
associated, combined, or transitional types. 
However until this system is accepted the 
most commonly recognised types of nerve- 
sheath Tumours are: — 


1. Neurofibroma (associated with von 
Recklinghausens disease) 

2. Neurilemmoma 

3. Neurogemic sarcomas 

4. Non-neoplastic types (the amputation 
or traumatic neuromas). 


Histologically, mnerve-sheath tumours in 
general are said to show the following com- 
mon features : long, slender, wire-like fibres 
with elongated nuclei which have a tendency 
to be arranged in parallel or palisade 
fashion; in addition to the palisading, the 
nuclei may be grouped in eddies and 
streams. The more benign the tumour the 
more pronounced are these features. These 
features are said to be best seen in neurilem- 
momas and less so in the neurofibromas. In 
the more malignant forms these characters 
tend to be lost. 


Stout differentiates between neurofibromas 
and neurilemmomas, on the ground that 
there are sufficient differences between the 
growth characteristics, the histological 
arrangement of the cells, the ease of success- 
ful removal and the chances of malignancy 
to warrant keeping the two forms separate. 
The two names, however, give a clue to the 
gross difference between them. 


Willis says that the neurofibromatous 
lesion is not a true tumour but probably a 
hamartoma: i.e., a nodular or tumour-like 
developmental anomaly, and in many cases 
the growth remains stationary or increases in 
size only slowly over a period of many years 
or throughout life. The underlying develop- 
mental error being at least partly genetic. 


In most cases the structure of the lesion 
is unlike that of the solitary neurolem- 
moma. The tumour tissue is not well-cir- 
cumscribed or encapsulated, but mingles 
with the surrounding dermal or other tissues, 
or involves nerves diffusely for variable dis- 
tances. Nerve-fibres are often to be found 
traversing the tumour. Whorls and fasciculi 
in the growth often clearly follow patterns 
determined by the inclusion of neurofibro- 
matous nerve bundles within it. It is as if 
the entire nerve has suffered expansion, with 
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CASES OF NERVE-SHEATH TUMOURS TREATED AT THIS HOSPITAL 
(ST. BART’S) FOR A THREE-YEAR PERIOD 





1955-57 
Part of Presenting 
Year Sex Age Lesion Body Symptom Treatment 
1955 Female 44 Neurofibromatosis Pulp of finger Local pain Excision 
ts 40 Multiple Forehead and None is 
neurofibromatosis shoulders 
~ 35 Bilateral Thorax Retrosternal a 
neurofibromatosis pain 
- o 15 Neurilemmoma rhorax; left None m 
a Male 54 = Thorax; right jt 
in 45 * Parotid : ” “ 
7th nerve 
3 52 Acoustic neuroma Cranium Tinitus- A 
deafness 
1956 Female 68 - - ” % 
a a 42 Neurilemmoma Thorax; left None bs 
T2 
% o 38 Plantar neuroma Right foot Pressure is 
symptoms 
on aa 25 Neurofibroma Left 2nd None; picked eS! 
intercostal on mass x-ray 
- Male 35 Post-traumatic Left forehead Pressure * 
neuroma symptoms 
a ” ps Neuroma Base of left Associated with =n 
patella accident 
% - 39 Multiple Chest and None i 
neurofibromatosis back 
ts 51 Neurilemmoma Right ankle o - 
(for 15 years) 
a o 51 - Chest - mn 
be 66 Plexiform Penis te DX.R. 
neurofibromatosis 
~ o 47 Plantar neuroma Right foot oo Excision 
1957 Female 17 Recurrent Neck Displacement of . 
ganglioneuroma trachea 
os 47 Neurilemmoma Parotid None c 
% - 31 - Right Ulnar mf 
nerve 
- Male 56 is Left Vagus ™ J 
nerve 
o * 29 ma Retroperito- Abdominal me 
neal discomfort 





TABLE I 
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separation of all its constituent fibres by a 
universal diffuse increase of all its sheath 
tissues. 


The general structure and staining pro- 
perties of the bulk of the tissue are usually 
similar to those of mesenchymal fibrous or 
mucoid tissue, but in some tumours or parts 
of tumours the staining properties of the 
fibres are indefinite and not characteristic of 
collagen. 


Definite Schwann cells of the affected 
nerves can often be recognised in the 
growths, but it is often impossible to iden- 
tify individual cells as either Schwannian or 
fibroblastic. However, Schwann cells do 
participate in these tumours in which char- 
acteristic regimentation is found (Willis). 


The Neurofibroma is said to be always, a 
manifestation of Von Recklinghausen’s 
disease : — a condition often characterised by 
multiple soft neurofibromatous skin nodules 
(molluscum fibrosum), and the skin is often 
pigmented in patches. It is claimed to be 
familial. The tumour develops by a diffuse 
proliferation of Schwann cells and can pre- 
sent in various forms. It can occur :— 


i. either at the end of a nerve fibre, usually 
in the skin, producing a rather vague 
nodule or nodules—({Cutaneous neuro- 
fibromatosis) or : 


ii. within a nerve-sheath, enlarging it and 
causing it to become tortuous—(giving 
rise to what is called a plexi-form 
neurofibroma , or : 


iii. both of these processes operating to- 
gether, may enlarge a whole area of the 
body producing an elephantaic growth 
—a condition called elephantiasis 
neuromatosa. Megacolon, giant appen- 
dix and similar lesions elsewhere in the 
body, resulting in terrible deformities, 
are manifestations of this condition. 
The tumours that develop on the deeper 
situated nerves are prone to undergo 
sarcomatous change, and this is said to 
be a frequent cause of death in Von 
Recklinghausen’s disease. 


The Neurilemmoma — on the other hand, 
is not a common tumour ; it occurs at any 
age and appears to occur more frequently in 
females rather than in males. Its common- 
est site is the 8th cranial nerve, where it is 
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often called the “ acoustic nerve tumour ” or 
cerebello pontine angle tumour. It rarely 
occurs on the other cranial nerves, though 
cases of tumours on the Sth and 10th nerves 
have been reported. Neurilemmomas of 
peripheral nerves occur chiefly in the limbs, 
head and neck, thorax, tongue and in the 
abdomen. In most cases the tumour is 
solitary and unaccompanied -by signs of 
generalised neurofibromatosis but in a few 
cases the tumours are multiple or are accom- 
panied by neurofibromatiosis. Neurofibro- 
mastosis sometimes include bilateral acoustic 
tumours; and bilateral acoustic tumours 
are sometimes the main manifestation of 
familial neurofibromatosis (Willis 1948). 


Structurally, the tumour is_ usually 
rounded or ovoid, firm, well-circumscribed 
and if it arises from a large nerve, it shows 
the intact nerve bundles passing round it, or 
to one side of it—rarely through it—so that 
in some uncomplicated lesions they are 
easily enucleated with little damage to the 
nerve trunk. It is always encapsulated, and 
if it grows to a size greater than 2cms. it 
almost always has areas of softening in it 
due to degenerative changes which may go 
on to liquefaction, so that the tumour may 
be partly cystic. This is not found in the 
neurofibroma, even if it reaches elephantaic 
proportions, although surface ulceration and 
gangrene may occur in some cases. 


The blood vessels of these tumours are 
peculiar since they have an extremely hap- 
hazard arrangement with broad avascular 
zones between areas where a large number 
of vessels are collected. Very often these 
vessels are surrounded by strikingly thick 
collagen sheaths. 


Microscopically, it has the general appear- 
ance of a fibroma; but its characteristic 
feature is the presence here and there or 
throughout the tumour, of bundles or groups 
of spindle cells arranged in orderly parallel 
ranks, with their nuclei all at a similar level 
across each bundle; an arrangement aptly 
described as palisading, or tiger-striping. 
This is called the fasciculated or “type A” 
tissue. In between the cellular fibres is 
present a loose reticular tissue which in 
young tumours, stain somewhat differently 
from those of ordinary fibrous tissue, but 
which in older tumours become more plenti- 
ful, dense and hyaline, and stain just like 
mesenchymal collagen. This loose mesh- 
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work of cells of variable shapes, is called the 
Reticular or “type B ” tissue. 


A Neurilemmoma is slow growing and is 
non-invasive and apparently, it is one of the 
most benign forms of neoplasm, and very 
rarely undergoes a sarcomatous change. It 
is easily cured by local excision. 


The Neurogenic Sarcomas are mentioned 
here because they are the malignant forms of 
neurofibromas and _ neurofibromatosis, as 
already mentioned above. Ewing believes 
that the great majority of what have form- 
erly been regarded as fibrosarcomas of the 
soft parts are derived from nerve-sheaths and 
should be called neurogenic Sarcomas, al- 
though no connection with nerves may be 
demonstrable. They form single, slowly 
growing, infiltrating tumours, usually in the 
subcutaneous and intermuscular tissue of 
the arm and leg, the commonest location 
being the thigh. More rarely they occur in 
the viscera. (Boyd.) 


Microscopically, the tumour consists of 
elongated cells or fibres arranged in inter- 
lacing bundles and whorls showing a 
“curly” arrangement, in contrast to the 
parallel disposition of the fibres of a fibroma, 
and appearance always suggestive of a 
neurogenic origin. There is not the palisa- 
ding of a neurilemmoma ; the cells are more 
swollen, and there may be mitotic figures. 


The Amputation or Traumatic Neuroma 
formed as a bulbous swelling at the end of 
a cut nerve is not a true nerve tumour. It 
is supposed to be formed by a connective 
tissue reaction in response to the growing 
raw ends of the cut axons which have es- 
caped from their neurilemmal sheaths and 
thus behave like foreign bodies in the tissues. 
The coiled axons are capped by fibrous 
tissue to form a nodule at the end of the 
nerve. 


The second interesting aspect of this case 
is its occurrence in the Retroperitoneal 
Region of the abdomen, and presenting as 
a typical Retroperitoneal tumour. I have 
attempted therefore, at reporting it in much 
detail in the history, in order to emphasize 
how this Retroperitoneal tumour was 
managed and treated. 


The diagnosis and management of retro- 
peritoneal tumours have received dispropor- 
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tionate neglect in Textbooks and medical 
journals. In seeking information about the 
primary retroperitoneal tumours, never more 
than a brief paragraph or two is found in 
standard medical textbooks. For more 
detailed information one must turn to the 
literature. 


These tumours are admitted to be com- 
paratively rare. Pack and Tabah, in their 
collective review of primary retroperitoneal 
tumours, have concluded that the inexperi- 
ence of most Surgeons with any considerable 
number of these cases, and the paucity of 
information about them, account for the 
fact that these neoplasms are so often insuffi- 
ciently considered in the differential diag- 
nosis in the patient who . presents himself 
with an unexplained abdominal mass. 


They say that the location of these 
tumours has precluded many Surgeons from 
attempting the radical extirpation necessary 
in an attempt to cure. Their proximity to 
the kidneys, adrenals, pancreas, liver, spleen, 
stomach and colon often leads to the erron- 
eous assumption that the tumour originates 
in one of these organs. 


The adjacent location of these tumours to 
the aforementioned organs is a double-edged 
sword ; although the true nature of the lesion 
may be masked by symptoms and signs re- 
lated to one or another of these organs, on 
the other hand this close association serves a 
very useful purpose because the distortion of 
the organs adjacent to the tumour furnishes 
a means of diagnosis through the medium 
of barium meals, and enemas, cholecysto- 
grams, and intravenous and _ retrograde 
pyelograms. 


Early symptoms are characteristically 
lacking, because the retroperitoneal tumour 
growing in the loose areolar tissue may reach 
a large sizé before symptoms herald their 
presence. They are not restricted in the 
direction of their growth except posteriorly, 
and therefore they generally grow forwards 
in the direction of least resistance. 


The late manifestations include the aware- 
ness of an enlarging abdomen, backaches, a 
sense of fullness or heaviness, vague abdo- 
minal discomfort or pain of an indefinite 
nature and rarely severe. The presenting 
symptom may be referable to one of the sys- 
tems or organs because of direct pressure or 
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displacement by the growtth. The gastro- 
intestinal symptoms include nausea, vomi- 
ting, change of bowel habit, such as 
constipation or diarrhoea, and less frequently 
haematemesis, ascites and symptoms sug- 
gestive of partial or complete intestinal 
obstruction. Pressure of the tumour on the 
nerves may produce paraplegia and incon- 
tinence or pain, and the usual result is a 
mistaken diagnosis of primary spinal cord 
disease. Obstruction of venous and lymphatic 
systems may cause oedema and varicosities 
of the extremities. 


Physical examination always reveals a 
mass, and the majority are said not to be 
tender ; there may be an enlarged liver due 
to metastasis, ascites due to portal obstruc- 
tion, lumbar dullness etc. 


The retroperitoneal space is partly actual 
and partly potential in concept. It extends 
from the diaphragm above, down the poster- 
ior wall of the abdomen into the pelvis ; 
and extends further to include those regions 
lying between the peritoneal leaves of the 
various intra-abdominal mesenteries. 


Apart from the organs, tumours may arise 
from fat, areolar tissue, fasciae, muscle, 
vascular tissue, somatic and sympathetic 
nervous tissue, and from lymph vessles and 
nodes that are contained in this space. There 
are other tumours of less frequency, such as 
the smooth-muscle tumours, complex tera- 
tomas, embryonic carcinomas and rhabdom- 
yosarcomas and certain bizarre cysts of 
unknown origin. Some of these tumours are 
supposed to arise from the remnants of the 
urogenital apparatus. (Handfield-Jones 1924) 


Lesions of the kidney such as hydrone- 
phrosis, hypernephroma, and _ polycystic 
disease, and tumours of the gastrointestinal 
track, pancreatic cysts and tumours, neo- 
plasms of the liver, and splenomegaly are 
among the many abdominal masses that 
must be differentially diagnosed. Hormon- 
ally active tumours, e.g., the adrenal cortical 
adenoma and carcinoma, the pheocromocy- 
toma of the sympathetic ganglia and 
functioning tumours of the ovary, generally 
simplify the problem of diagnosis. More 
difficult to diagnose are the physiologically 
non-active tumours of these organs, ich 
reveal no features distinguishing them from 
other abdominal and retroperitoneal tumours. 
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Within the pelvis ovarian tumours, peduncu- 
lated neoplasms of the uterus, tubo-ovarian 
abcesses, and lesions of the urinary bladder 
may simulate retroperitoneal masses. Aneu- 
rysm of the abdominal aorta is often diag- 
nosed as a retroperitoneal tumour, because 
the latter is often found in the midline and 
may transmit aortic pulsation ; abdominal 
aortography may solve this question. 


After the lesion has been diagnosed as a 
retroperitoneal mass, to determine the specific 
nature of the lesion pre-operatively, is always 
a much more challenging problem. 


A presumptive clinical diagnosis can how- 
ever be tentatively held by a consideration 
of such factors as the age, sex, location of 
the tumour, evidence of functional activities, 
together with the obvious physical signs and 
X-ray findings. 


The most effective treatment for primary 
retroperitoneal tumours, which offers the 
greatest prospect of cure is operative inter- 
vention and surgical excision. However the 
operation may present unexpected compli- 
cations because of their proximity to the 
vital abdominal organs, and abdominal sur- 
gery of considerable magnitude is often 
required. 


Radiotherapy may play a part in the man- 
agement of certain of these retroperitoneal 
tumours. Although it rarely cures, palliation 
may be achieved with resultant decrease in 
pain, increase in the sense of well-being, and 
prolongation of life. 


I should like to thank Mr. G. W. Taylor 
for his advice and permission to report on 
this case ; Mr. Thornton, our librarian, for 
help in looking up the literature, and the 
staff of the Photographic Department for the 
photographs of the case. 
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THE INFLUENCE OF UREMIA ON MONTAIGNE 


by D. O'SULLIVAN 


THE personal and self-descriptive nature of 
Montaigne’s “Essais” and “Journal” leaves 
us a relatively clear clinical picture of the 
man himself. It is evident that all his life 
he had a generally poor renal function and 
probably suffered from a petite urémie 
chronique. This caused a light state of azo- 
temic encephalosis (i) which _ strongly 
marked his mind and character and conse- 
quently influenced his life and particular 
genius. 


Symptoms 


Renal Colic. 


Montaigne passed his first stone at the 
age of 45. See Essais: II, xxxvii, written 
in 1578. From then on the attacks became 
more and more frequent. 


Megrims and Nausea. 


A uremic constitution does not necessarily 
show any really pathological manifestations. 
However, it may produce at intervals attacks 
of megrim and nausea. Montaigne notes in 
his “ Journal de Voyage ” several such inci- 
dences of troubled metabolism which corre- 


spond with the symptoms of an acute phase 
periodic in chronic uremia. 


““Cete matinée j’eus une pesanteur de 
la teste et trouble de veue come de mes 
antiennes migrenes . . . La je ne vousis 
pas disner et m’en repantis car cela m’eut 
aidé 4 vomir qui est ma plus promte 
guerison.” (2) 


Retinitis. 


In the quotation above describing his 
megrims and nausea, Montaigne notes that 
these attacks coincide with periods of 
troubled vision. In a further passage he 
describes his visual troubles in more detail. 


“J’éprouvais encore quelquefois des 
éblouissements quand je m’appliquais ou 
a lire ou a regarder fixement quelqu’ objet 
lumineux. Je sentois une pesanteur de 
téte sur le front sans douleur et mes yeux 
se couvroient de certains nuages qui ne 
me rendoient pas la vue courte, mais qui 
la troubloient quelquefois je ne sais com- 
ment.” (3) 


This is explicit enough for us to be sure 
that only the retina and the optic nerve were 
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involved (perhaps a stage 3 retinitis) and not 
the lens and the cornea which he shows to be 
in perfect condition when he writes at the 
age of 55:— 


“ Vignore jusques a present l’usage des 
lunettes et vois aussi bien que je fis onques 
and que tout autre.” (4) 


Paralysis. 


We possess no clinical details of Mon- 
taigne’s death except an observation found 
in the letters of Etienne Pasquier. 


“Montaigne fut atteint 4 ses derniers 
moments d’une.paralyse de la langue de~ 
telle fagon qu’il demeure trois jours entiers 
plein d’entendement sans pouvoir parler.” 
(5) 


This paralysis could have been of uremic 
origin for renal failure may have led to ex- 
cessive blood pressure with consequent 
hemiparesis, asphasia and dysarthria. Also, 
the disturbed renal function could have, per 
se, by a lowering of the blood colloids, led 
to cerebral oedema with very similar 
consequences. 


Heredity. 


Montaigne’s father suffered from frequent 
renal colics. Hence Montaigne probably had 
a diathesis to renai disturbances. It follows 
that Montaigne’s renal function may have 
been weak all his life and not the result of 
disease at some period. Consequently he 
probably suffered from an attenuated form 
of azotemic encephalosis from his very 
earliest years. We can therefore conclude 
that azotemic encephalosis marked his basic 
psychological make-up. 


Though none of these symptoms are con- 
clusive in themselves, taken together, his 
heridofamilial background, megrims and 
nausea, renal colics, retinitis and final par- 
alysis give a fair clinical picture of chronic 
uremia. 


When the blood level of urea is too high 
it may cause azotemic encephalosis (1) which 
is a state of mental confusion touching prin- 
cipally the power of concentration and the 
memory. Note that itis an intellectual 
ebaubilation, a form of cerebral torpeur but 
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not a destruction of the mnesique base. This 
latter remains intact but the capacity for 
drawing memories out of it is attenuated. 


Montaigne writes in detail about his 
memory troubles showing them to be typical 
of azotemic encephalosis. 


“La memoire nous represente non ce 
que nous choisissons, mais ce qu'il luy 
plait.” (6) 


“Crest un outil de merveilleux service 
que la memoire, et sans lequel le jugement 
faict 4 peine son office: elle me manque 
du tout. Ce que me veut proposer il faut 
que ce soit a parcelles. Car de respondre 
a un propos ou il eut plusieurs divers 
chefs, il n’est pas en ma puissance. Je ne 
scaurois recevoir une charge sans tablettes 
. . . Or plus je m’en defie, plus elle se 
trouble ; elle me sert mieux par rencontre 

. . elle me sert 4 son heure et non pas a 
la mienne.” (7) 


The intellectual obnubilation caused by 
azotemic encephalosis would also trouble his 
faculty of memorisation, for if the reception 
by the mind is foggy it follows that what is 
registered in the memory will be foggy. 


“ Pour apprendre trois vers, il me faut 
trois heures.” (8) 


Montaigne also details his feeble power of 
concentration symptomatic of azotemic 
encephalosis. 


“Outre le deffaut de la mémoire, j’en ay 
d’autres qui aydent beaucoup 4 mon ignor- 
ance. J’ay l’esprit tardif et mousse; le 
moindre nuage luy arreste sa pointe... 
Yapprehension je l’ay lente et embrou- 
illée.”” (9) 


“Jay Vesprit tendre et facile 4 prendre 

a l’essor ; quand il est empesché a part le 

* moindre bourdonnement de mouche 
lassassine.” (10) 


It is principally via bad memory and lack 
of concentration that uremia affected Mon- 
taigne’s genius. The relationship between 
these defects and the particularly choppy 
style of the Essais is apparent. 


“Tl n’est rien si contraire 4 mon stile 
qu’une narration estendue ; je me recoupe 
si souvent 4 faute d’haleine.” (11) 
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Even his picturesque language could be in 
part due to his bad memory which would 
cause a frequent use of descriptive para- 
phrases in place of generic terms. 


His scepticism also can be traced to the 
same sources. The constant uncertainness 
of his memory (12) would have sowed the 
seeds that later developed and shook his con- 
fidence in all the branches of human intelli- 
gence, thereby giving birth to his character- 
istic scepticism. 


His positivism in philosophy would de- 
rive from the difficulty a thinker has in 
handling abstruse abstract conceptions when 
he suffers from bad memory and poor con- 
centration. He would find, as did Montaigne, 
facts, direct correlations and down to earth 
moralisation more to his taste. 


Azotemic encephalosis also tends to bring 
on a state of bradypsyche, cerebral torpeur 
and somnolence which seems to be the root 
of the lazy disposition to which Montaigne 
so frankly confesses. 


“Jen suis la . . . extremement oisif, ex- 
trement libre et par nature et par art.” 
(13) 


“Jay ainsi l’ame poltrone que je ne 
mesure pas la bonne fortune selon sa 
hauteur mais selon sa facilité.” (14) 


A natural psychologist, Montaigne himself 
remarked on the relationship between his 
laziness and his physiological somnolence. 


“Jestois parmi cela si poisant, mol et 
endormi, qu’on ne pouvoit m’arracher de 
l’oisiveté, non pas pour me fair jouer.” (15) 


This laziness, caused by his bradypsyche 
of atozemic origin, was a preponderant influ- 
ence in his life. It led him to give up public 
Office and retire to his country estate, where 
he wrote the Essais. 


“Tl y a des complexions plus propres a 
ces preceptes de la retraite les unes que les 
autres. Celles qui ont l’appreciation molle 
et lache et une affection et volonté delicate, 
et qui ne s’asservit ny s’employe pas aysé- 
ment, desquels je suis et par naturelle 
condition et par discours.” (16) 
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“ Ce n’est pas un mespris philosophique 
des choses transitoires et mondaines ; je 
n’ay pas le goust siespuré et les pris pour 
le moins ce qu’elles valent; mais certes 
c'est paresse et negligence inexcusable et 
puerile.” (17) 


Montaigne’s conservatism in politics may 
have had its roots in his laziness. An ergo- 
phobic disposition will automatically prefer 
the status quo. His religious outlook also 
reflects this attitude. In a time when pas- 
sions were roused by the reformation and 
counter-reformation, Montaigne remains: re- 
markably cool. His neutrality was such that 
there has been much discussion as to what 
were his true religious beliefs. Strowski, 
Dreano, Plattard and Moreau take him to be 
a sincere Catholic; others, Armaingaud, Elie 
Faure and André Gide believe him to be a 
Protestant, while Buisson and Lanson hold 
that he was a convinced rationalist and free 
thinker. (18) 


We do not wish to add another personal 
interpretation of Montaigne’s religious be- 
liefs to all those that exist already, but 
merely to indicate how uremia could have 
affected his basic religious attitude. We have 
already seen how azotemic encephalosis 
blunts cerebral reactions, thus any psycho- 
logical shock or conflict liable to give rise to 
a neurosis will be cushioned and the neur- 
osis attenuated. The sense of sin upon which 
Christianity is largely constructed is a form 
of neurosis (19) (a guilt complex, a variety 
of Oedipus complex with God as the father 
figure). Now, the most notable thing in 
Montaigne’s religious attitude is that he had 
no sense of sin. It follows that whatever 
his beliefs may have been, he was incapable 
of being emotionally religious, i.e. he was 
not a “religious ” man jn the usual sense of 
the word. It could be that this lack of sense 
of sin, this lack of guilt complex, was partly 
due to the buffer effect of azotemic enceph- 
alosis on neurosis described above. 


It is interesting to speculate on what Mon- 
taigne would have been Jike without azo- 
temic encephalosis. Unhampered -by a 
physiological lethargy, his intelligence might 
have manifested itself in a more violent 
manner. He might have risen to political 
heights or even lost all in the religious war 
that was ravaging France. One thing is cer- 
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tain, the production of his genius, had it 
turned to literature, would have been very 
different. Gone would be the haphazard 
style of writing and the liveliness that en- 
sued from it, gone also the evocative images 
which give Montaigne’s work so large a part 
of its originality. Had he possessed a good 
memory, he would have had, at his con- 
stant disposition, a heavy vocabulary and a 
formidable baggage of erudition, and in 
these conditions the Essais would probably 
have been as inflated, abstruse and pedantic 
as was the work of most of his contem- 
poraries. 





NOTES 


(1) Azotemic encephalosis (not to be confused 
with azotemic encephalitis) is a state of mental 
confusion touching principally the power of 
concentration and the memory. 

Cf. Delay (J.): Les maladies de la mémoire 
—p. 73-75. 

Lemierre (A.): Azotemie et troubles psych- 
iques dans Bull. et Mem. Soc. Med. des Hop. 
de Paris—1923, p. 1377. 

Tardieu, Lemierre, Delay: Azotemie et 
troubles psychiques, l’encephalose azotemique 
bog La Presse Médicale—Juin 1941, pp. 617- 
619. 


(2) Montaigne: Journal de Voyage en Italie — 
p. 273. 


“ This morning I had a heaviness in the head 
and troubled vision as in my old migraines 
. . . This time I refused to dine and was sorry 
for it would have helped me vomit, which 
is my quickest cure.” 


(3) Montaigne: Journal—p. 323. 

“I would sometimes get dazzled when I! 
tried to read or looked fixedly at some lum- 
inous object. I felt a heaviness in my fore- 
head, painless, and my eyes were covered by 
a kind of cloud which though it did not 
shorten my vision troubled it sometimes | 
don't quite know how.” 


(4) Montaigne: Essais: III. 
“TI still do not use glasses and see as well as 
I used to and as well as anyone else.” 


(5) Dr. Paye: Bulletin du Bibliophile—1862, p. 
1292 


“On his deathbed Montaigne suffered from 
paralysis of the tongue in such a manner that 
though fully conscious for three days he was 
unable to speak.” 


(6) Montaigne: Essais: II, xii. 
“Memory presents us, not with what we 
choose, but with what it pleases.” 

(7) Montaigne: Essais: II, xvii. 
“ Memory is an instrument that renders great 
service, and without which judgment can 
barely function: I myself completely lack the 
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former, I can only learn things in bits. To 
reply to a speech which puts forth several 
different points is beyond my capacity. I can- 
not take on a case without notes . . . The 
more I worry about my memory, the more 
confused it becomes, I remember better acci- 
dentally . . . it serves me, not when I choose, 
but when it wants to.” 


(8) Montaigne: Essais: II, xvii. 
“To iearn three lines takes me three hours.” 


(9) Montaigne: Essais: II, xvii. 
“Apart from my bad memory I have other 
weaknesses which aid my ignorance. My mind 
is slow and vague; the slightest cloud stops 
its course ... 1 learn slowly and confusedly.” 


(10) Montaigne: Essais: III, xiii. 
“My mind is delicate and easily stimulated 
but when it is distracted the least buzzing of 
a fly will finish it off.” 


(1J) Montaigne: Essais: I, xii 
“ There is nothing more contrary to my style 
than a long narrative; I keep cutting myself 
off through lack of breath.” 


(12) Montaigne: Essais: III, xiii. 

“Les faux pas que ma mémoire m‘a fait si 
souvent, lors méme quand elle s’asseure le plus 
de soy, ne sont pas inutilement perduz ; elle a 
beau me jurer a cette heure et m’asseurer, je 
secoue les oreilles; la premiére opposition 
qu’on faict 2 son témoinage me mets en sus- 
pens et n’oserons fier d’elle en chose de poix 
ny le garantir sur le faict d’autruy.” 

“The mistakes that my memory has so often 
made, even when it was full of assurance, have 
not be2n entirely lost on me ; nowadays it can 
even swear to me and assure me but I remain 
sceptical ; any opposition made to it halts me 
and I don’t dare trust myself to it in weighty 
matters nor guarantee its evidence on other 
people’s affairs.” 


(13) Montaigne: Essais: II, xvii. 
“Tam thus... very lazy, very free both by 
nature and by art.” 


(14) Montaigne: Essais: III, vii. 
“T have so lazy a soul that I don’t measure 
good fortune by its greatness but by its easi- 
DG. 


(15) Montaigne: Essais: I, xxvi. 
Referring to his childhood: “I was, with all 
of that, so heavy, soft and sleepy, that it was 
impossible to drag me from idleness even to 
play games.” 


(16) Montaigne: Essais: I, xxxix. 
= fe are some natures more suited to retire- 
ment than others. Those whose understanding 
is soft and loose, with weak concentration and 
willpower, and who cannot get down to busi- 
ness. I am thus, both by nature and by philo- 
sophy.” é 


(17) Montaigne: Essais: III, ix. 
‘It is not a philosophic disdain of transitory 
and worldly things; my taste is not so pure, 
and I appreciate these things at least for what 
they are worth; but it is truly inexcusable, 
puerile laziness and negligence.” 
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(18) Strowski: Montaigne. 
Dréano: 1a Pensée réligieuse de Montaigne. 
Platiard: Montaigne et son temps. 
Moreau: Montaigne, l-homme et l’oeuvre. 
Armaingaud: Etude sur Michéle Montaigne. 
(Introduction Oeuvres Completes, Paris, 
Conard, 1924). 
Faure: Montaigne et ses trois premiers-nés. 
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Gide: Essai sur Montaigne. 

Buisson: Les Sources et développement du 
raiionalisme dans la littérature francaise de 
la Renaissance 

Lanson: Les Essais de Montaigne. 


(19) Freud: Moses and Monotheism. 
Totem and Taboo. : 
Otto Rank: Will therapy truth and reality. 





LETTER TO 


Sir—I know a Dr. R. W. P. Hall who is in 
practice in Windermere. There have been at least 
four consecutive generatiens of the Hall family 
in practice in that part of the world, and my 
friend, of the third generation, has sent me the 
enclosed letter dated 12th July, 1845, written by 
Edward Rigby, a surgeon at Bart’s, who taught 
William Hall his surgery. The letter contains 
some interesting information concerning the 
flourishing condition of St. Bartholomew's Hos- 
pital and how a surgeon on the staff there was 
treated for an acute infection in the middle of 
the last century. You might like to publish the 
letter in the Bart’s JOURNAL. 


Yours sincerely, 
ALAN HUNT. 


28, New Street, 
Spring Gardens. 


12th July, 1845, 


My dear Sir,—Nothing — me more sincere 
pleasure than to hear of, & still more from, my 
old pupils every now & then; | wish it were so 
with more of them than with the few who like 
id kindly favour me with an _ occasional 
ine. 


I had been long wishing to know something 
about our good friend Alexander. I am sorry to 
find that he has gone through such troubles & 
difficulties, although I hope that he is at last 
securely established. I will ascertain from the 
Mining office the proper direction to him, & also 
enquire how it became necessary to reduce his 
salary so considerably; he gave, as far as I 
understood, full satisfaction, but I fear that the 
Mine itself is not so prosperous as formerly. 


_ You will be glad to hear that St. Bartholomew's 
is in a most flourishing condition, & is able by 
means of its Collegiate Establishment to offer 
advantages wh. no other school in London can 
boast of. We have lately founded Scholarships 
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of 45£ each, to be held for 3 years, & our 
excellent Treasurer has immediately added 
another S0£. Besides wh. we are forming a 
scholarship fund by Subscriptions so as not to 
have these appointments always depending on the 
purses of the lecturers and medical officers, but 
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on a certain capital expressly appropriated for 
that purpose. 


1 am delighted to hear of your prosperity and 
sincerely wish that it is only the forerunner of 
further success. The case of twins is both rare 
& interesting but not unique, as there are several 
on record—after you have collected a number of 
interesting cases you should record them in some 
good medical Journal. I have been lately giving 
a series of reports on the diseases of females in 
the Medical Times, & illustrating them with a 
large number of cases. 1 commenced in September 
and have still a good deal of ground to go over 

but I have been sadly knocked about of late by 
illness, from wh. I am only now recovering. I 
badly poisoned my hand in a case of abortion 
where the retained placenta was in a most putrid 
state. I saved the Lady but nearly lost my own 
life—they drew an awful ring of caustic round 
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my shoulder at St. Barthm’s, where I became very 
ill, & that seemed to be (together with a 10 grain 
dose of calonel) what saved me. I had scarcely 
recovered from that, when I was attacked with 
severe rheumatic fever, the effects of wh. 1 still 
feel. Remember me kindly to Mr. & Mrs. 
Harrison, & with sincere wishes for Your health 
& happiness believe me Yours very truly 


EDWARD RIGBY. 


Wm. Hall, Esq. jun., 
Surgeon, 
Lancaster. 
Saturday. 


The Mexican secretary says that he_ believes 
Alexander is still in the Service of the Company. 
Please send your letter for him to me by the 
28th of any month & I will forward it free to 
Mexico. E.R. 





LOCUM REQUIRED 


Locum required August 29th for three weeks. Own car essential. Country partner- 
ship 42 miles from London. Dispensers kept. Dk. W. A. BARNES, 1, Leighton Street, 


Woburn, Nr. Bletchley, Bucks. 





SPORTS NEWS 


VIEWPOINT 


IT is hoped that the writer will be excused 
for making this viewpoint a partisan appeal 
on behalf of one of the clubs to which he 
belongs, rather than an impartial comment 
as is more usual. There has been, and 
probably still is, a tendency for pre-clinical 
students to regard certain Bart’s teams as 
closed to them. A continuance of such a 
view would seem to be the only way of 
explaining their persistent absence from 
certain fields of sport. 


The club which at present suffers most 


from such a lack of support is the Golf Club. 
Unfortunately, all its best players are of 
approximately equal seniority. This has two 
implications, firstly that if one cannot play, 
as often as not several cannot, and secondly 
that all will qualify simultaneously, we hope. 
Even more unfortunate is the fact that the 
other golfers of the club, many of them be- 
ginners, are their contemporaries, and will 
be unable to fill the gaps. 


It is unreasonable to suppose that none 
of the students at Charterhouse are either 
players or prospective players. It is there- 
fore urged upon any pre-clinicals who are 
interested to make themselves known. The 
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facilities offered by the South Herts club are 
very generous, and even total beginners can 
become quite reasonable exponents of the 
game after two seasons. The club must thus 
say to the at present more junior members 
of the hospital that although it could doubt- 
less get along without you, it would much 
prefer to get along with you. 





ATHLETICS 


Sports Day 


Sports Day was held this year at Chislehurst 
on June 7th. Compared with recent years, the 
weather was favourable, and despite the bus strike 
there appeared to be more people than usual 
present. The general standard was not markedly 
better nor worse than in the past, but there were 
one or two outstanding performances, The Cap- 
tain, C. P. Roberts, set a new High Jump record 
at 5ft. 104in., and P. Drinkwater, not one of the 
Club’s regular athletes, improved the Javelin record 
by some 11ft. to around 184ft 


In general, the favourites won, so to speak, 
although a few of the trophies were carried off 
by rank outsiders, On such occasions, when the 
sport is not taken too seriously, and the novelty 
events probably give most pleasure, it is amusing 
to see this happen. In retrospect, however, it is 
sobering to contemplate how much the Hospital’s 
performances in the field could be improved by the 
presence of all the available talent, 


On the whole the afternoon and evening prob- 
ably went off as smoothly as at any time recently, 
and the committee of the Club are to be congratu- 
lated and thanked for this. The problem of main- 
taining the spectators’ interest is, however, 
constant and, without criticism—for the writer had 
himself once to undertake their task—a few sug- 
gestions are offered. The essential would seem to 
be constant action with no gaps—easy to say and 
very difficult to achieve. This year senior students 
acted as judges to make up the numbers. Although 
this represents a departure from previous policy 
it must be almost essential that it should continue. 
In addition it would have been helpful if the 
judges for each event, especially the field events, 
had been appointed before the meeting began, if 
they had been supplied with a prepared list of 
entries, and if competitors had been more strictly 
limited to those who had entered before the day. 
Lastly, it would have saved much time had the 
Starter been instructed to keep to schedule regard- 
less of the absence of certain contestants. 


That the committee itself is not oblivious to 
the problem is shown by the fact that the intro- 
duction of side-shows is contemplated for next 
year. It is hoped that it will not be upset by 
these suggestions, for it does an unenviable job. 
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SPORTS CALENDAR 


July 
Sunday, 20th 


Cricket v. Dartford at Chislehurst. Star! 
11.30. 


Wednesday, 23rd 
Tennis v. R.M.A. Sandhurst at Chislehurst. 
Golf v. Middlesex Hospital at South Herts. 


Saturday, 26th 
Tennis v. K.C.H. (A). 


Sunday, 27th 
Cricket v. R.N.V.R. at Chislehurst. Start 11.30 


Wednesday, 30th 
Tennis v. West Heath (A). 
Golf v. K.C.H. at Dulwich. 


August 


Wednesday, 6th 
Golf v. St. Mary’s at Moor Park. 


Saturday, 9th 
Tennis v. Roehampton (A). 


Sunday, 17th 
Cricket v. Bromley (A). Start 2.30. 


Wednesday, 20th 
Golf -— Summer Meeting. 


Wednesday, 27th 
Golf v. St. Georges at Dulwich. 





CRICKET 


Ist XI v. R.A.M.C, Crookham at Chislehurst on 
10th May, 1958. WON by 7 wickets. 


Against fine seam bowling by Whitworth and 
Harvey, the Crookham batting was soon in trouble. 
Apart from Hellawell, the standard was poor, and 
they were all out for 52. Although Bart’s lost 
three quick wickets, Whitworth and Tabert had 
little difficulty in scoring the necessary runs, thus 
reversing our own catastrophic defeat by Crook- 
ham last year. 


R.A.M.C. Crookham 52 (Whitworth 5 for 7. 
Harvey 3 for 21). 


Ist XI v. Hampstead at Hampstead on 11th May, 
1958. WON by 18 runs. 


_ This was a very welcome victory for the hospital 
in view of Hampstead’s run of successes in pre- 
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vious years, Bart’s were asked to bat and pro- 
ceeded very steadily, thanks to a fine innings by 
Whitworth and Harvey. The early Hampstead 
batting capitulated more easily than had been 
expected on the easy paced wicket and several 
feared batsmen were dismissed playing rather 
unorthodox strokes. The later batsmen raised the 
total to respectability but Bart’s won more com- 
fortably than the margin of 18 runs would suggest. 


Bart’s 173 (Whitworth 54, Harvey 48). 
Hampstead 155 (Harvey 3 for 20, Whitworth 3 
for 20, Juniper 3 for 20). 


Ist XI v. Balliol College, Oxford at Oxford on 
17th May, 1958. LOST by four wickets. 


Fielding a much weakened side, the hospital 
were lucky not to be defeated more easily. Only 
a do or die effort for the last wicket by Chapman 
and Garrod carried the total above 100. A few 
of the side played confidently against the spin of 
Tourkys on a turning wicket. The bowling, as on 
many occasions lacked penetration and Balliol 
passed 90 for the loss of one wicket. We redeemed 
ourselves slightly by taking five wickets for the 
next 20 runs but only temporarily averted an 
almost inevitable result. 


Bart’s 119. 
Balliol 120 for 6 wickets. 


Ist XI v. Romany at Chislehurst on 18th May, 
1958. LOST by 8 wickets. 


Having won the toss, Bart’s decided to bat on a 
wicket which was full of runs. However against 
a moderate attack the batsmen began to find 
hidden vices in the pitch and returned in a steady 
stream to the pavilion. It is hoped that some 
time will elapse before such a batting display is 
again produced by Bart’s. Romany had little 
difficulty in scoring the runs. 


Barts 51. 
Romany 53 for 2 wickets. 


Ist XI v. Charing Cross Hospital at Chislehurst on 
May 22nd, 1958. 1st Round Cup Match. WON 
by 5 wickets. 


The Hospital won the toss and put Charing 
Cross in to bat. They started well, but the open- 
ing attack particularly Whitworth and Harvey 
bowled well and the wickets began to fall. By 
lunch Charing Cross were 110 for 8. If the fielding 
had been better Charing Cross might well have 
been all out for fewer than this. After lunch the 
Bart’s bowling and fielding deteriorated and with 
intelligent hitting the last two Charing Cross 
wickets put on 70 runs. The Bart’s batting was 
not too successful and with 86 runs for 5 wickets 
the situation looked dangerous, but an excellent 
stand between Abeil and Harvey of 93 brought us 
the required runs. To do better in the Cup Bart’s 
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must field better and press home any advantages 
they have gained. 


Charing Cross 172 (Whitworth 5 for 56, Harvey 
3 for 36). 

Bart’s 177 for 5 (Abell, 51 not out ; Harvey, 41 
not out). 


Ist. XI v. Queens’ College, Cambridge at Chisle- 
hurst on 24th May, 1958. MATCH DRAWN. 


On a perfect wicket Queens’ won the toss and 
elected to bat. The Queens’ opening batsmen 
started very strongly against the Bart’s bowling 
and kept scoring quickly until just before lunch 
when the first wicket fell at 117, due to a run-out. 
After lunch Queens’ scored even faster and 
declared at 3.30 p.m. with 259 for 3 wickets. The 
opening bat Hewitt being unbeaten at the finish 
for 113. Bart’s started well, the first wicket falling 
at 40. Nerry then came in and batted very strongly 
for 47. But the scoring rate was not fast enough 
as 140 runs were needed at two a minute. Abell 
batting very quickly scored 58 and kept the rate 
up, but when he was out the Queens’ total could 
not be reached, despite fast scoring by Harvey. 


’ 259 for 3 dec. (Hewill, 113 not out; 
Mills, 64). 
Bart’s 233 for 8 (Abell 58, Nerry 47). 


Ist XI v. Wimbledon at Chislehurst on 14th June, 
1958. WON by 8 wickets. 


Wimbledon were put in to bat and on a wicket 
helping the three Bart’s seam bowlers, Whitworth, 
Garrod and Harvey, the Wimbledon batsmen 
were soon in trouble. None of them coped with 
the medium paced ball turning off the pitch and 
they were all out for 46 before tea. The Bart's 
ee easily overtook the small Wimbledon 
total. 


Wimbledon 46 (Whitworth 5 for 22, Harvey 
3 for 6). 
Bart’s 48 for 2 wickets. 


Ist XI v. Horlicks at Slough on 16th June, 1958. 
LOST by 44 runs. 


On a very hot day Horlicks decided to bat, and 
on a fast wicket the opening batsmen scored 
slowly but steadily until at 30 Garrod had a 
devastating spell taking 3 wickets in four balls. 
But Hartley then came in and by judicious hitting 
scored 145 during which he was dropped six 
times! the first when he was 20. The Bart's 
innings started well, Davies scoring 49. This was 
followed by 53 from Abell, who helped by Drink- 
water put on a stand of 70 but the tail then col- 
lapsed leaving Bart’s 44 runs short. Horlicks 
must again be thanked for the samples of their 
products for each member of the team. 


Horlicks 240 for 9 dec. (Garrod 4 for 42). 
Bart’s 196 (Davies 49, Abell 53, Drinkwater 39). 
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What is 
in a 
name ? 





. 4 present-day cult of impersonality dis- 
courages the use of eponyms; and while the medical 
historian will brush away a nostalgic tear, the hard- 
pressed student is unlikely to mourn. It needs a feat 
of memory to answer the question: ‘‘What muscle is 
supplied by the nerve of Bell ?” But happy the student 
whose examiner asks, ‘“‘Which muscles are supplied by 
the eighth cervical nerve ?” 


Many eponyms are downright misleading. We 
might picture Christmas Disease as a surfeit of turkey, 
or mistletoe blush; but it is so called because the 
first patient reported was called Christmas. Similarly 
caesarean section was not first done by the redoubtable 
Caesar Hawkins, nor (it is now thought) by some Roman 
surgeon who, thus, delivered Julius Caesar; the word 
comes from the Latin for“‘cut”. Bornholm is not a big, 
blue-eyed Scandinavian physician, but an island, and 
Pink was not a celebrated Victorian paediatrician with 
ruddy cheeks and side-whiskers, but the colour of the 
hands of children with Pink Disease. 


But not even the most enthusiastic eponymoclast 
can claim that the alternative names for diseases are 
always crystal-clear; thus “pellagra” and ‘“‘beri-beri” 
are terms which convey a masterly paucity of informa- 
tion. Then there are the conditions which do not claim 
a name of any kind—for example, the milder B 
vitamin deficiencies. But if we cannot name them we 
can often infer their presence (after serious illness has 
been excluded) when a patient takes an inadequate dict 
(e.g., an old person living alone) or has extra needs 
(e.g., in pregnancy and lactation), and complains of 
such mild symptoms as loss of appetite, fatigue, 
constipation and paraesthesia. And we can treat them 
in a very pleasant fashion by prescribing Bemax. All 
the B-complex vitamins are contained in wheat germ, 
and Bemax is pure stabilized wheat germ; it is the 
richest natural vitamin-protein-mineral supplement. 
You just sprinkle it on your food. 


Issued in the interests of better nutrition by 
VITAMINS LIMITED 
Upper Mall, London, W.6. 


Makers of Bemax, Vitavel Syrup, Becovite, Befortiss, Pregna- 
vite, Complevite, Orovite, Parentrovite, Tropenal, Dal-tocol. 








St. B.H.J. July 1958 


Lavy, G. A. D., see, GREEN, N. A., and 
others. 

*LAWTHER, P. J., Climate, air pollution and 
chronic bronchitis. Prov. roy. Soc. 
Med., 51, April, 1958, pp. 262-4. F 

*LEHMANN, H., (and RoLuinson, D. H. L.) 
The haemoglobins of 211 cattle in 
Uganda. Man, 58, April, 1958, pp. 53-4. 

*—.. (and others). The demonstration 
of a haemoglobin E-like compound in 
some cases of thalassaemia. Vox San- 
guinis, 2, no. 1, 1957, pp. 53-59. 

*LopceE, A. B. Thiopentone sensitivity and 
dystrophia myotonica. Brit, med. J, 
May 3, 1958, pp. 1043-4. 

Lorts, B., and MARSHALL, A. J. An in- 
vestigation of the refractory period of 
reproduction in male birds by means of 
of exogenous prolactin and follicle 
stimulating hormone. J. Endocr., 17, 
May, 1958, pp. 91-98. 

*MACKENNA, R. M. B. Rosacea. Practi- 
tioner, 180, May, 1958, pp. 533-42. 
*McMENEMEY, W. H. William Sands Cox 
and the stoicism of Elizabeth Powis. 
Med. Hist., 2, April, 1958, pp. 109-113. 

MARSHALL, A. J., see, Lorts, B., and ——. 

*MATTHIAS, J. Q. The absence of abnormal 
haemoglobins in 500 out-patients in 
Britain. J. clin. Path., 11, May, 1958, 
p. 265. 

*MourAanT, A. E., (and others). A new 
example of the Rh antibody anti-c*. 
Brit. med. J., May 24, 1958, pp. 1215-17 

NicoL, C. S., see, CRADOCK-WATSON, J. E. 
and others. 

PARRISH, J. A., See, 
others. 

*RAVEN, R. W. Post-cricoid carcinoma. 
J. Laryngol. Otol., 72, May, 1958, pp.. 
385-396. 

Ross, J. Graham. On the presence of 
centripetal fibres in the superior me- 
senteric nerves of the rabbit. J. Anat., 
92, April, 1958, pp. 189-197. 

Ross, Sir James Paterson. From Trade 
Guild to Royal College. Ann. roy. Coll. 
Surg. Engl., 22, June, 1958, pp. 416-422. 

SHOOTER, R. A., see, CRADOCK-WATSON, 
J. E., and others. 

SPARKS, J. V. Some post-operative findings 
in hiatus hernia. J. Fac. Radiol., 9, 
April, 1958, pp. 84-89. 

*Taytor, G. W., and others. Protein con- 
tent of oedema fluid in lymphoedema. 


KinGc, R. C., and 














=a ee 


ae 


"sae as Ss wm 7 


of 
of 
le 
(3 

















St. B.H.J. July 1958 


Brit. med. J., May 17, 1958, pp. 
1159-60. 

Vick, R. M. Progress in cancer registra- 
tion: a survey of the further develop- 
ment of a cancer records bureau from 
1954 to 1956. Brit med. J., June 14, 
1958, pp. 1406-1408. 

WHEATLEY, V. R. Some clinical aspects of 
research on sebum and the sebaceous 
glands. Practitioner, 180, May, 1958, 
pp. 580-585. 

*Wickes, I. G. Treatment of persistent 
enuresis with the electric buzzer. Arch. 
Dis. Childh., 33, April, 1958, pp. 160- 
164. 

*Witts, L. J. Arthur Quinton (22nd June 
1896—9th October 1956). J. Path. Bact., 
75, April, 1958, pp. 495-501. 

*__. (and Horver, A. R.) Hereditary 
capillary purpura. Quart. J. Med., 51, 
April, 1958, pp. 173-185. 

*___. (and others). Tubeless gastric analy- 
sis. Brit. med. J., May 24, 1958, pp. 
1213-15. 

*Reprints received and herewith gratefully 





acknowledged. Please address this material 


The 
MODERN BOOK CO 


Us 


Our efficient and specialized service 
is world renowned 


ay 


Specialists in 
MEDICAL SCIENTIFIC 


and 
TECHNICAL BOOKS 


We can often supply Titles from our 
very large stock, unobtainable elsewhere 


aa 
19-23 PRAED ST., LONDON, W.2 


PAD 4185-2926 
Nearest Station Edgware Road 





to the Librarian. 








W.C. 1 for full details. 


JOIN 





This 
COULD HAPPEN 


to YOU?! 


HEN YOU register with the General Medical Council you should 
immediately apply for membership of THE MEDICAL DEFENCE 
UNION. Then, whatever happens to you in the pursuit of your medical 
practice, you have available the experienced counsel and financial protection 
of The Medical Defence Union—the largest British defence organization. 
Write to the Secretary, Tavistock House South, Tavistock Square, London, 


Take No Chances 


we HE MEDICAL DEFENCE UNION... 





> AD 
<~UC 











RIDDOSEDD 
TABLETS 


A Compound of SODIUM-DIETHYLBARBITURATE-PHENACETIN-CODEINE. 
The ideal HYPNOTIC, SEDATIVE, SOPORIFIC and ANALGESIC, 


RIDDOSEDD induces a calm, natural sleep of several hours without any resulting somnolence. 
RIDDOSEDD has no injurious effects upon the heart, circulation, kidneys or respiration. 


RIDDOSEDD is timed to set in when patients awake during the early’ hours of the morning, 
thus ensuring a continuation of normal sleep. 


RIDDOSEDD as a soporific is 20 times greater than that of Sodium-Diethylbarbiturate. 
RIDDOSEDD has proved to be a most reliable and best tolerated soporific and sedative for 


more than twenty years. 


PACKED IN BOTTLES OF 20 and 100 
Please write for details to = 





Sole Manufacturers : 


RIDDELL PRODUCTS LIMITED 


RIDDELL HOUSE: 10-14 DUNBRIDGE STREET - LONDON: E.2 


Telephone : BiShopsgate 0843. 


Telegrams : Pneumostat, Beth, London 


BRANCH OFFICE - - 11 Mansfield’ Chambers, St. Ann's Square, Manchester 2 





wh 

















THE MEDICAL SERVICE 
OF THE ROYAL NAVY 


VACANCIES FOR 
MEDICAL OFFICERS 


Candidates are invited, for Short Service 
Commissions of 3 years, on termination 
of which a gratuity of £600 (tax free) is 
payable. Ample opportunity is granted 
for transfer to Permanent Commissions 
oncompletion of one year’s total service. 
Officers so transferred are paid instead 
a grant of £1,500 (taxable). 

All entrafts/are required to be British’ 
subjects whose parents are British sub- 
jects. medically qualified, physically fit 
and to pass an interview. 


Full Particulars from 
THE ADMIRALTY MEDICAL DEPARTMENT 
Queen Anne’s Mansions, 
St. James’s Park, London, S.W.1 








May we have the pleasure of 
supplying your requirements for 


WHITE GOATS 


WHOLESALE PRICES 
IMMEDIATE DELIVERY 








Our personal service provides for 
fitting on the premises 





These coats are now being sup- 
plied to students at the hospital. 





D. STEWART & CO. 
2 Little Love Lane, 
Wood S&t., E.C.2 


(Few minutes from Hospital) 

















